Neurological examination, laboratory screening, and electroencephalographic and electrocardio graphic findings were normal. The 60-degree head up tilt test found that the systolic blood pressure (SBP) decreased by approximately 40 mmHg during head-up. The SBP was 138.8 ± 4.2 mmHg, 97.6 ± 8.5 mmHg, and 135.8 ± 7.5 mmHg, in the supine position before head-up, in the head-up position, and in the supine position after head-up, respec tively, without marked change in heart rate ( Fig. 1  upper) . However, syncope was not induced during the orthostatic blood pressure measurements. Digi tal subtraction angiography demonstrated severe stenosis of the bilateral extracranial internal carotid arteries ( Fig. 2A, B) , but no steno-occlusive lesion was demonstrated in the vertebrobasilar system. Single photon emission computed tomography us ing N-isopropyl-p-[123I]iodoamphetamine in the su pine position showed that the cerebral blood flow was decreased in both hemispheres (Fig. 3 upper  row) . Computed tomography demonstrated multiple lacunar infarctions in both cerebral hemispheres (Fig. 4 
left).
Carotid endarterectomy was performed under general anesthesia with transverse skin incision without the use of an internal shunt on the right carotid artery on July 17, and on the left carotid ar tery on August 14. There was no complication after these operations. Digital subtraction angiography one month after the second operation demonstrated good patency of both carotid arteries (Fig. 2C, D) . The cerebral blood flow in both cerebral hemispheres was normal (Fig.  3 lower row) . Computed tomography demonstrated no development of a new lesion (Fig. 4 right) . The head-up tilt test found no orthostatic hypotension. The SBP was 141.7 ± 5.2 mmHg, 137.6 ± 5.0 mmHg, and 145.8 ± 4.5 mmHg, in the supine posi tion before head-up, in the head-up position, and in the supine position after head-up, respectively, on September 3, 1996, and 145.7 ± 7.9 mmHg, 141.8 --1 5.6 mmHg, and 142.8 ± 4.3 mmHg, respectively, on August 3, 1997 ( Fig. 1 middle, lower) . Since the sur gery, the patient has had no syncopal attack and has been free from other complaints. The causative site in carotid sinus syndrome can be situated anywhere along the course of the reflex arc, but the pathophysiological process has not been fully elucidated. A lesion at the level of the carotid baroreceptors may be a major cause,10,11) supported by observation that syncope can occur in patients with neoplastic neck tumors, which may directly compress the carotid baroreceptors, and may disap pear after removal of the lesions.3,9) 
